A growing body of research deals with the relationship between the endosomal and autophagic/lysosomal pathways during developmental stages of the central nervous system. This includes their possible influence regarding the onset and progression of specific neurodegenerative disorders. In this review we focus our attention on major alterations affecting two organelles: autophagosomes and multivesicular bodies, both of which are located at the intersection point of their respective pathways. 
Autophagosomes and multivesicular bodies: two actors playing at the same stage
In neurons, MVB are most frequently found in cell bodies and dendrites. Less commonly they may also be found in normal axons or axon terminals in vivo [4] [5] [6] . The distribution, biogenesis and multiple functions of MVB in neuronal compartments has been extensively described in a recent review [7] . In this context, MVB maturation into [8, 9] or fusion/sorting with lysosomes [10] [11] [12] proteins, cellular macromolecules and whole organelles [13] [14] [15] [16] . Autophagic activity, also referred to as type II programmed cell death [17] , follows defined steps usually termed as vesicle nucleation and expansion, maturation and finally degradation orchestrated by phagophores, autophagosomes/amphisomes and autolysosomes respectively [18, 19] .
Therefore, we will concentrate our focus on the experimental data that demonstrates that has a severe impact on ubiquitin-protein aggregates [31, 40] . An additional study [35] 
